Background: Delayed graft function (DGF) independently predicts reduced 5 yr kidney transplant survival. Cold ischemia (CI) contributes to the development of DGF and results in renal tubular cell (RTEC) apoptosis. RTEC apoptosis of donor kidneys predicts the development of DGF. Our published data demonstrates that mouse kidneys subjected to CI have significantly increased RTEC apoptosis and cleaved caspase-3 (CC3). X-linked inhibitor of apoptosis (XIAP) is the most potent, naturally occurring inhibitor of CC3. UCF-101 is a chemical inhibitor of XIAP degradation. We hypothesized that: (a) CI leads to decreased XIAP expression resulting in increased CC3 and RTEC apoptosis; (b) Treatment of donor kidneys with UCF-101 will prevent activation of CC3 and RTEC apoptosis.
